Accidental ingestion of Clinitest by adults is, unlike the ingestion of other strong alkalis, more common than suicidal ingestion. It can occur when the tablets are mistaken for an oral medication by a patient with dementia, or a diabetic with impaired vision. The swallowed tablet mixes with saliva and usually sticks in the upper third of the oesophagus because of thermal coagulation of the mucosa. This results in ulceration and characteristically rapid (1-3 weeks) stricture formation (Mallory & Schaefer 1977) . In our case ulceration progressed to an oesophago-aortic fistula over the three weeks following ingestion and this, to our knowledge, is the first reported death following accidental Clinitest ingestion.
Fibreoptic endoscopy is the preferred method of evaluating a patient after ingestion of a corrosive agent like Clinitest, and the examination should proceed only to the proximal margin of injury to avoid further trauma to the compromised tissue (Lowe et al. 1979) . Cold milk has been proposed as the antidote of choice as milk protein forms a coagulum that envelops the tablet and insulates against further thermal and caustic damage (Burrington 1975) . However, coating the tablet is unlikely to help if it is already lodged. The most important immediate measure is to get the patient to swallow 3 or 4 glasses of milk or water, whichever is more readily available.
Increased awareness by physicians and patients of the caustic properties of Clinitest is needed in order to minimize the chance of accidental ingestion. Alternative methods of urine testing should be prescribed for those patients who would be likely to ingest Clinitest accidentallypatients with visual or language problems, demented or alcoholic patients, and those already taking many tablets. Changes in the size and shape of Clinitest tablets to make them less like many oral medications would also be a helpful preventive measure Assisted ventilation may be necessary in acute severe asthma when medical treatment fails (Jones 1971) . Prolonged ventilation is unusual (Webb et al. 1979 ) and we describe a patient with severe asthma in whom this was required. We believe this was related to a coincident Guillain-Barre-Strohl (GBS) syndrome. Prolonged ventilation in asthmatics may not always be the result of airways obstruction and other causes should be sought.
Case report A 45-year-old man presented with severe bronchospasm following a flu-like illness. He had a previous history of asthma controlled with regular inhalation of Ventolin and Becotide, and of schizophrenia for which he had not received treatment for the preceding 5 years. On admission he could barely speak and was noted to have a pulse rate of 1 10/min, pulsus paradoxus of 20 mmHg and a peak expiratory flow rate (PEFR) of 80 1/min. Neurological examination was entirely normal. Treatment was commenced on 60% oxygen, nebulized salbutamol 1 ml in 3 ml saline three-hourly, intravenous aminophylline 250 mg six-hourly and hydrocortisone 200 mg six-hourly, producing an initial improvement with a PEFR of 100 1/min and a pulse of 100 I/min over the following 12 hours. Subsequently, the patient deteriorated with an unrecordable PEFR and a pulse of 140/min. The blood gases on 60% oxygen were Paco2 6.9 kPa (52 mmHg), Pao2 13.6 kPa (120 mmHg) and pH 7.15. The patient was transferred to the intensive care unit and artificially ventilated with intermittent positive pressure ventilation. Over the next 3 days he improved with continuous intravenous hydrocortisone, aminophylline and nebulized salbutamol. Intravenous feeding was commenced on day 4. After 6 days an attempt at weaning from the ventilator was unsuccessful. The patient developed a Paco2 of 8.2 kPa (61 mmHg). On the tenth day further weaning from the ventilator was attempted and again failed. Neurological assessment at this time 1Accepted 17 May 1984 revealed marked bilateral facial and fifth nerve weakness, wasting in all limb muscles and a flaccid tetraparesis. Reflexes were absent and plantar responses could not be elicited. Sensory examination was normal. The temperature remained normal throughout this episode.
Examination of the cerebrospinal fluid was normal with a protein of 0.3 g/l and no cells. Full blood count and differential, urea and electrolytes, and liver function tests were normal throughout the illness. Acute and convalescent viral and mycoplasma titres, serology, vitamin B12 and urinary porphyrins were normal. Nerve conduction studies were abnormal. Stimulation of the right ulnar nerve above the elbow failed to evoke a potential and at the wrist only a small amplitude potential of 0.8 mV with a latency of 2 ms could be obtained. The left radial sensory action potential was absent.
The nerve conduction studies confirmed the clinical diagnosis of GBS syndrome (Asbury 1981) . Treatment with plasma exchange was started, 4 litres of plasma being exchanged on four occasions over the next 5 days using a Haemonetics model 30 cell separator. Plasma protein fraction (Buminate 5%, Travenol) and fresh frozen plasma were used as replacement fluids, with additional calcium and potassium supplements. There was considerable improvement in power after the initial plasma exchange and by the fourth plasma exchange the patient was fit for weaning off the ventilator and return to the general ward. He continued to improve and walked out of the hospital three weeks after admission.
Discussion
Prolonged ventilation for severe asthma uncomplicated by another disease is unusual, the mean duration being three to five days (Webb et al. 1979) in most studies. In this patient, ventilation was required for 16 days in total and it is very likely that the coincident GBS syndrome was responsible. The diagnosis of GBS syndrome was made in accord with the standard criteria (Asbury 1981) , namely a progressive motor weakness and areflexia. Other features strongly suggestive of GBS syndrome include bilateral facial nerve weakness, relative symmetry, eventual recovery and the absence of fever at the onset of neuritic symptoms, all of which were present in this patient. Likewise, the nerve conduction studies were entirely compatible with the diagnosis. Finally, GBS syndrome with normal CSF protein is well recognized.
The diagnosis of GBS syndrome requires exclusion of hexacarbon abuse, porphyria, lead poisoning, poliomyelitis, botulism and toxic neuropathy. Certainly none of the drugs this patient received have been associated with a similar clinical picture.
As the GBS syndrome and acute severe asthma are often preceded by viral infection, it is surprising that the two have not been recorded together before. A polio-like illness after asthma has been noted by Wheeler (1980) but this seems to occur more commonly in children and the clinical picture is different from that described in our case.
Plasma exchange produced rapid improvement in our patient similar to the recovery reported in other cases (Gross et al. 1982) . It has also been used in cases of intractable asthma (Gartmann et al. 1978) but it is not possible to assess its effect in this instance.
This case illustrates the difficulties in making a neurological diagnosis in patients ventilated and paralysed by drugs. It stresses the importance of questioning the cause for prolonged ventilation in acute severe asthma.
